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Somatomedin-C (SmC) i s a p e p t i d e mitogen whose serum and tiss u e l e v e l s a r e c o n s i d e r e d t o b e growth hormone dependent. We prev i o u s l y r e p o r t e d t h a t t i s s u e SmC i s s i g n i f i c a n t l y e l e v a t e d i n reg e n e r a t i n g k i d n e y s a f t e r c o n t r a l a t e r a l nephrectomy. I n t h e pres e n t s t u d y , we measured SmC t i s s u e l e v e l s i n t h e s u r g i c a l l y removed l e f t kidney o f 12 wk o l d hypophysectomized r a t s and i n t h e remaining kidney 5 days l a t e r . S i m i l a r measurements were made on k i d n e y s from hypophysectomized r a t s f o l l o w i n g sham s u r g e r y . Kidney T i s s u e SmC ( u n i t s l g m f~~j Nephrectomy (n=6) r i g h t kidney 1.58 i 0.23* l e f t kidnev 0 . 8 6 k 0 . 1 5 *0<.0001 Sham (n=6) r i g h t kidney 0.85 i 0.31 l e f t kidney 0.88 ? 0.43 Seruw c o n c e n t r a t i o n s (nephrectomy: 1.17f0.17 u n i t s l m l ; sham: 1.09f0.21 u n i t s l m l ) were no d i f f e r e n t . I n j e c t i o n of ' 2 5~-~m~ i n t o nephrectomlzed and sham o p e r a t e d animals showed no d i f f e rence i n r i g h t kidney uptake 5 days a f t e r s u r g e r y .
Thus, SmC is i n c r e a s e d i n r e g e n e r a t i n g kidney t i s s u e even i n t h e absence o f growth hormone. S i n c e t h e r e was no change i n r e n a l uptake o f l a b e l l e d SmC, t h e changes observed do n o t r e fl e c t r e n a l c l e a r a n c e .
(Supported by NIH g r a n t HL-25907) GnRH S t i m u l a t i o n T e s t Mins 0  15  30  45  60  75  90  FSH < 1  C 1  2  2  3  3 4 mIll/ml -LH t 3 C3 5 7 4 6 7 mIU/ml Thyroid f u n c t i o n s were normal and TRH S t i m u l a t i o n Test showed a normal TSH and P r o l a c t i n r e s p o n s e . Somatomedin-C by RIA was 2 . 7 U/ml (Normal 0 . 8 -2 . 4 ) . Serum C o r t i s o l was normal. Wedge r e s e c t i o n of t.he o v a r i e s was done a f t e r which h e r E s t r a d i o l f e l l t o 9 pg/ml and t h e r e h a s been r e g r e s s i o n i n h e r b r e a s t s i z e , no f u r t h e r m e n s t r u a based on x i q h resoonses o f ~5 -7 7~ t o ACTH s t i m u l a t i o n and elevated r a t i o o f ~5 -i 7 P / 1 7 -O~P . Elevated morning A5-17P i n a 5-year-old g i r l w i t h 36-HSD def revealed d i u rnal v a r i a t i o n . I n a l l 7 ~a t i e n t s w i t h susoected aenetic s t e roidogenic defects who received dexamethasone (dexJ, t h e r e was prompt suppression o f elevated hormone levels. The remaining 15 p a t i e n t s w i t h premature adrenarche d i d not have abnormalities i n steroidogenesis a l t h o u h some androgen l e v e l s were elevated and suppressed with'dex, an% those were c l a s s i f i e d as i d i o p a t h i c . I n conclusion, we propose t h a t premature adrenarche w i t h excess i v e A5 and ~4 s t e r o i d production i n association w i t h p a r t i a l s t e r o i d enzyme d e f e c t i s probably due t o late-onset nonclassic a l congenital adrenal hyperplasia, and t h i s condi t j o n i s proba b l y more comnon than has been previously recognized. 
d i a t r i c s , Univ o f Toronto and Research I n s t i t u t e , H o s p i t a l f o r Sick C h i l d r e n , Toronto, Canada. To e v a l u a t e t h e metabolism o f v i t a m i n D i n l i v e r d i s e a s e , i n which 25-hydroxylation may be low,vitamin D d e f i c i e n t r a t s were d i v i d e d i n t o c o n t r o l and carbon t e t r a c h l o r i d e ( C C l S t r e a t e d groups. T r e a t e d r a t s r e c e i v e d a s i n g l e i . p . i n j e c t i o n o f CC1
4 ' 2.0 mllkg; c o n t r o l s r e c e i v e d no C C 1 4 Twenty-four h l a t e r , t h e r a t s r e c e i v e d i . v . 3~-v i t a m i n D3 a t d o s e s o f 55,550, o r 5050 pmol. 24 h l a t e r , a l i q u o t s o f serum and l i v e r were a n a l y z e d f o r 3H-vitamin D3, 3~-2 5 -~~~ and 3~-1 , 2 5 -(~~) D3 by WLC. I s o l a t e d k i d n e y p e r f u s i o n s were p~r f o r m e d t o d e t e r m f n e whether CCl4 had an e f f e c t on r e n a l metabolism o f v i t a m i n D3. H i s t o l o g y showed massive c o n f l u e n t h e p a t i c n e c r o s i s i n CC14-treated r a t s . E l e v a t e d l e v e l s o f SGOT,SGPT and t o t a l b i l i r u b i n , and d e c r e a s e d l e v e l s of serum albumin were i n d i c a t i v e of s e v e r e CC1 -induced l i v e r damage. Sera o f CC1 -t r e a t e d r a t s showed in$reased %-vitamin D3 and 3H-25-0HD3 b u t Aecreased 3~-1 , 2 5 ( 0~)~~~. L i v e r s o f CC14-t r e a t e d r a t s c o n t a i n e d more 3~-v i t a m i n D3 and were h e a v i l y i n f i l t r a t e d w i t h f a t when compared t o c o n t r o l . There was d e c r e a s e d 3~-1 , 2 5 ( 0~)~~~ p r o d u c t i o n i n k i d n e y s of CClq-treated r a t s . The s t u d i e s i n d i c a t e t h a t 25-hydroxylating c a p a c i t y was n o t impaired i n CC14-induced h e p a t i c n e c r o s i s in t h e r a t even when t e s t e d w i t h s u p r a p h y s i o l o g i c a l d o s e s of v i t a m i n D. Impairmentof 1,25-(OH)2D3 s y n t h e s i s was observed. Our r e s u l t s i n d i c a t e t h e g r e a t r e s e r v e c a p a c i t y o f t h e l i v e r t o 25-hydroxylate v i t a m i n D.
DEHYDROEPIANDROSTERONE SULFATE (DS)IN NEWBORNS WITH ABNORMAL GROWTH PATTERNS. J e f f r e E. Than son,
497 A, C l a r k , Donald W. Chandler, Grezorv Berq:
a. Dept. o f P e d i a t r i c s , SUNY, U p s t a t e Med. C t r . , S y r a c u s e , NY, and Endocrine S c i e n c e s , Tarzana, CA. Spon. M. L. Williams.
To examine t h e l i n k between DS and f e t a l growth p a t t e r n s , DS was measured by RIA f o l l o w i n g enzymolysis in 178 cord s e r a of t w i n s , t r i p l e t s , i n f a n t s of d i a b e t i c mothers (IDM's), LGA newborns o f non IDM's, and SGA newborns.
Normal l e v e l s f o r AGA preterm and term i n f a n t s were g e n e r a t e d and agreed w i t h p r e v i o u s l y p u b l i s h e d d a t a , (29-35 wks. Mean DS 139+59 v s term mean DS 234+39 p < . 0 1 ) . DS d i d L n o t v a r y w i t h mode o f d e l i v e r y . AGA premature i n f a n t s o f m u l t i p l e g e s t a t i o n p r e g n a n c i e s had s i g n i f i c a n t l y lower l e v e l s in t h e 3 5 wk group ( 7 4 5 2 v s 139+59 p < . 0 1 ) , in t h e 36-37 wk group (119k51 v s 190f60 p <.01) and in t h e term group (156'36 v s 234k87 p < . 0 1 ) . Furthermore, t h e sum o f t h e DS in AGA twins was n o t s i g n i f i c a n t l y d i f f e r e n t than t h a t o f t h e mean v a l u e s f o r s i n g l e t o n s a t matched g e s t a t i o n a l ayes d e s p i t e twice t h e a d r e n a l t i s s u e .
In 4 o f 5 d i s c o r d a n t twin p a i r s t h e growth r e t a r d e d twin had a much lower cord DS.
The DS d i d n o t d i f f e r between term LGA I D M i n f a n t s ( c l a s s e s A-C) and term non-IDM's (211+53 vs 2 3 4 t 8 7 ) a l t h o u g h non I D M LGA i n f a n t s had h i g h e r DS (M 295+42 v s 211153 p c . 0 5 ) . Term SGA i n f a n t s w i t h o u t major c o n g e n i t a l anomalies had lower DS than term AGA i n f a n t s (125+16 vs 234287 p < . 0 1 ) . DS in cord s e r a c l o s e l y p a r a l l e l s t h e abnormal growth o f non-IDM LGA o r SGA i n f a n t s and depressed l e v e l s precede t h e f a l l in t h e growth r a t e o f m u l t i p l e g e s t a t i o n a l b i r t h s .
